), S. Kaplan, A. 0. W. Stretton, and S. Brenner (J. Mol. Biol. 14:528, 1965 ), E. Gallucci and A. Garen (J. Mol. Biol. 15:193, 1966) also as ts mutants. Interpretation of the negative responses in HR23 and HR34 at 37 C would ordinarily be ambiguous without additional information. The positive responses at 30 C suggest that the suppressors are working also at 37 C, in keeping with the current belief that a suppressor that works (at the molecular level) with one amber mutant should work with all. The diagnostic value of testing suppression at several temperatures seems evident.
Taking plaque sizes and temperature effects into account, the suppression spectrum of group C strains, typified by HR34, resembles that of CR63, suggesting that the group C suppressor is an amber suppressor and, accordingly, that the histidine auxotroph carries an amber, not ochre, mutation (S. Brenner and J. R. Beckwith, J. Mol. Biol. 13:629, 1965; E. Gallucci and A. Garen, J. Mol. Biol. 15:193, 1966) . HR34 resembles strain F with respect to growth parameters and also the usual parameters of T5 infection, in-523 cluding adsorption rate constant. We have adopted HR34 as a host for genetic crosses.
In conclusion, it appears that the isolation and differentiation of nonsense suppressors in a new experimental system can be an impressively simple matter, if appropriate use is made of suitable phage mutants. Conversely, a set of suppressors is valuable in the genetic analysis of the phage mutants. Our results are readily interpreted by, and therefore support in several ways, the current theory of amber mutants and their suppression. This is publication no. 723 from the Division of Basic Health Sciences. This investigation was supported by Public Health Service grant AI-00857 from the National Institute of Allergy and Infectious Disseases.
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